TO THE EDITOR-I read with interest the manuscript by See et al [1] , titled "NAP1 strain type predicts outcomes from Clostridium difficile infection [CDI] ," and seek here to quantify the potential impact on outcomes. Several studies have suggested there is a causal link between infection with the North American pulsed-field gel electrophoresis type 1 (NAP1) strain of C. difficile and severe CDI [2] [3] [4] , although this association remains somewhat controversial [5] [6] [7] [8] [9] [10] The results of this analysis are presented in Table 1 . The incidence of all outcomes was higher with NAP1 strains than with non-NAP1 strains. The attributable risk percentages ranged from 44.2% to 63% (40%-52.8%, adjusted), suggesting that a significant fraction of severe disease and adverse outcomes result from NAP1. A striking feature of these results is that although low in absolute terms, up to 32.6% (27.4%, adjusted) of mortality in this population could be prevented by targeting infection with NAP1. Furthermore, an additional 114 cases of severe disease (43 with severe outcome) per 1000 cases of CDI result from NAP1 infection.
The analysis of attributable risk from NAP1 infection in the study from See et al suggests that prevention of NAP1 infection through antimicrobial stewardship practices with previously demonstrated effectiveness against this strain, such as fluoroquinolone usage restriction [12, 13] , may be of benefit. Altered infection control practices or modifications in the therapeutic regimen early in the course of disease could also have such an impact. These strategies would rely on availability of strain typing, which adds to cost and is not widely performed by clinical microbiology laboratories. The analysis presented here may actually underestimate the impact of targeting NAP1, as the nonspecific effects of such measures would likely reduce overall CDI incidence.
Any putative causal association between NAP1 infection and severe or adverse outcomes is likely mediated by host and environmental factors in addition to microbiological ones, complicating analysis of the strength and direction of the association. However, if these findings are confirmed in future investigations, the attributable risk of adverse outcomes would justify focusing resources on prevention of NAP1 infection.
Notes

